Understanding the interactions between miRNAs and genes they regulate during the acute phase response is crucial to our understanding of inflammatory diseases and processes. Inducing the acute phase response in hepatocytes by stimulating them with interleukin-6 [1] and then examining global changes in mRNA and miRNA expression can provide insight into the timing and dynamics of these interactions. Here we provide additional data for our study, Ref. [2] . In this data, we identify and validate IL-6-induced changes in gene expression [3] [4] [5] [6] and their functional relationships over time and between cell types by gene ontology [7, 8] . We also provide data showing the enrichment of miRNA binding motifs in the 3'UTRs of differentially expressed genes [9] , and their predicted gene targets derived from our RNA-seq data [10] .
a b s t r a c t
Understanding the interactions between miRNAs and genes they regulate during the acute phase response is crucial to our understanding of inflammatory diseases and processes. Inducing the acute phase response in hepatocytes by stimulating them with interleukin-6 [1] and then examining global changes in mRNA and miRNA expression can provide insight into the timing and dynamics of these interactions. Here we provide additional data for our study, Ref. [2] . In this data, we identify and validate IL-6-induced changes in gene expression [3] [4] [5] [6] and their functional relationships over time and between cell types by gene ontology [7, 8] . We also provide data showing the enrichment of miRNA binding motifs in the 3'UTRs of differentially expressed genes [9] , and their predicted gene targets derived from our RNA-seq data [10] 
Value of the data
This data provides an integrated analysis of miRNA and mRNA expression in a model of the acute phase response in human and mouse hepatocytes.
We investigated mRNA and miRNA expression between cell types after IL-6 stimulation.
We observed a delayed response in gene expression changes in mouse hepatocytes compared to HepG2 cells and human hepatocytes. This is also reflected in the gene ontology and pathways analyses.
We identified a subset of differentially expressed miRNAs that regulate the expression of important acute phase response genes at specific time points, and in different hepatocyte models, following induction of the IL-6-mediated acute phase response.
2. Data, experimental design, materials and methods Figure 3: CPdB analyses of GO terms and enriched pathways in human primary hepatocytes. The pvalue cutoff was 0.01 and the minimum input overlap was 2. Figure 4 : CPdB analyses of GO terms and enriched pathways in mouse primary hepatocytes. The pvalue cutoff was 0.01 and the minimum input overlap was 2. Figure 5 : Heatmap of mean expression (log2 RPKM) of the 0-24 h intersection genes in all three cell types (23 genes), with expression data for untreated (UT), 6 h and 24 h post-IL-6 induction -see Figure 1 in Ref. [2] . Figure 6 : Validation of RNA-seq data (RPKM) by qPCR and western blot. Fibrinogen mRNA expression (FGA, FGB, FGG) was validated using qPCR in human primary hepatocytes (A and B) and mouse primary hepatocytes (C and D). Gene expression is expressed as a percentage of the IL-6 untreated control (black bars). The time zero data in the IL-6-positive samples is also untreated. Panel E shows a western blot of secreted fibrinogen protein, reduced to the individual chains (Aα, Bβ, and Ɣ), in conditioned media from human primary hepatocyte cultures that were either untreated or treated with IL-6 for 6 h or 24 h. The protein control is purified fibrinogen preparation, and the loading control is secreted albumin in the conditioned media. Table 1 : Differentially expressed miRNAs in IL-6-stimulated hepatocytes (heatmap data, untransformed cpm values -see Figure 4 in Ref. [2] ). Table 2 : Significant miRNAs binding to over-represented 8nt motif in up-or down-regulated DE mRNA targets. P-value is the significance of the complementarity between the Weeder-calculated sequence motif and the miRNA seed. Asterisk represents the star-arm of miRNA precursor. 
